Inflammasomes are molecular complexes activated by infection and cellular stress, leading to The NZB mouse provides a novel model for addressing a splicing defect in macrophages and inflammasome function in the NZB strain.
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Results
75
To test whether the incorporation of the pseudoexon in NZB Nlrp3 mRNA is the sole reason 76 for the profound NLRP3 deficiency, AONs were designed to target the pseudoexon (7b) and 77 prevent its inclusion during pre-mRNA splicing ( Figure 1A ). The AONs were targeted to the 78 splice acceptor site (AON38), splice donor site (AON40) and an intra-exonic region predicted 79 to contain several exonic splice enhancer motifs (AON39). and restoring the normal Nlrp3 transcript ( Figure 2B ). Concomitantly, AON83 restored
104
NLRP3 protein levels in the NZB cells to almost 80% of that in C57BL/6 cells ( Figure 2C ).
106
The longevity of the exon skipping effect of the AONs following electroporation was 
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